A patient had repeated episodes of transient loss of memory, which had been attributed to psychogenic causes. Preservation of his sense of personal identity and the presence of repetitive questioning indicated an organic basis, however, and the multiplicity of the attacks and their brief duration suggested an epileptic aetiology. Although three standard EEGs, CT and MRI were all normal, two sleep EEGs confirmed bilateral foci in the temporal lobes. The attacks responded to an anticonvulsant. A fluoro-deoxyglucose PET scan, performed a few months after the most recent attack, was normal. The patient also had impaired anterograde memory that persisted six months after recovery from the acute attacks.
In the past two decades, several papers have drawn attention to epilepsy as a possible cause of transient global amnesia in a few patients. [1] [2] [3] [4] For example, Hodges and colleagues5-7 found that 7% of 114 patients with transient global amnesia had an epileptic aetiology, despite known cases of epilepsy having been carefully excluded from the study. These authors found that those cases who had multiple and/or brief attacks (less than an hour) were most likely to manifest later epilepsy, (compare3 4) although routine EEGs and CT had been unremarkable in all their epileptic cases.7 Kapur and colleagues8 described neuropsychological findings in one such patient in whom they found a persistent interictal retrograde amnesia with only a minor degree of interictal anterograde memory impairment; and they argued that similar assessments should be conducted in other patients.
The A standard blood screen was normal, as were a chest radiograph, ECG, and MRI and a fluoro-deoxyglucose PET (performed six months after cessation of the attacks).
A standard EEG was normal, but two sleep EEGs showed frequent midtemporal sharp and slow wave complexes, arising independently in the right and left hemispheres. After a trial of carbamazepine, which produced adverse effects, he was started on phenytoin in February 1992, rising to a dose of 300 mg daily. No further attacks were recorded in the next 15 months, and there has been only one equivocal attack in the 21 months since this drug was commenced.
Further neuropsychological testing was conducted after six months of treatment. Results presented in tables 1 and 2 show that performance on the IQ, frontal, and anterograde memory tests was virtually identical to the (pretreatment) scores obtained a year earlier, although the verbal-performance IQ discrepancy had narrowed to 14 points. The AMQ was unchanged; and the General MQ from the WMS-R scale'5 gave a decrement of 23 points, relative to full scale IQ. On a retrograde memory test, requiring recall and recognition of pictures of famous news events,'4 the patient performed at a superior level; and his memory for facts about his past on a semistructured interview (AMI) 16 was also intact. He was hesitant, however, in recalling incidents from his childhood or early adult life, and his scores were at a "borderline" level according to published norms. 16 
Discussion
The patient had previously been given a diagnosis of psychogenic amnesia, and he believed himself to be experiencing "fugue states". His wife had very astutely established, however, that there was no loss of the sense of personal identity during his attacks, and he had displayed the recurrent repetitive questioning that is characteristic of transient global amnesia. Loss of personal identity is a cardinal feature of psychogenic "fugues","7 18 but seldom arises in organic amnesia except in advanced dementia; whereas repetitive questioning is prominent in transient organic amnesic states, but not in psychogenic fugue.5 17 Although it is true that his episodes had been preceded by a stressful life event (his dismissal from his job), attacks of transient global amnesia are preceded by stressful antecedent events in 14% to 33% of cases. '5 Apart from brief hand clenching in two of the attacks, the patient did not show the automatisms or the degree of impaired consciousness (his wife could converse with him) that characterise "pure amnestic seizures"'9 and complex partial status epilepticus. The clue to the epileptic basis of the disorder lay in the frequency of the attacks and their relative brevity, both points previously noted by others.'47 He had probably had nine attacks, lasting between 30 minutes and one hour each. His routine EEGs and CT, and a subsequent PET, were all normal,7 but two sleep EEGs showed bitemporal spike and sharp wave foci. The attacks responded to phenytoin.
On cognitive assessment, he showed fairly severe impairment at anterograde memory tests, relative to his verbal and full scale IQ, which has persisted virtually unchanged after anticonvulsant treatment. Although he complained of "gaps" in his memory, his recollection of news events and of facts from his own life were intact on formal testing, but he was somewhat hesitant in retrieving incidents from his childhood and early adult life. A deficit in anterograde memory with little or no impairment on retrograde tests is what would be expected from bilateral dysfunction in the medial temporal lobes, [20] [21] [22] 
